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[Abstract] As the terminal stage of cardiac diseases, heart failure has shown an increasing trend in mor—
bidity and mortality and has become a major global public health problem. The pathogenesis of heart failure
involves multiple mechanisms, among which immune system activation is one critical pathway throughout the
course of the disease. The theory of "damp-turbidity—phlegm-rheum type diseases" provides theoretical guid—
ance for syndrome differentiation and treatment of heart failure in clinical practice. Yin pathogens including
dampness, turbidity, phlegm, and rheum are the core pathological factors in the occurrence and progression of
heart failure. In the treatment, traditional Chinese medicines (TCM) with the actions of warming Yang and resolving
dampness are applied to eliminate dampness and turbidity, as well as resolve phlegm and rheum. The imbalance
of immune mechanisms is closely associated with the formation of damp-—turbidity—phlegm-rheum. "Yang Wei
Yin Xian" well illustrates the relationship between immune mechanisms and damp —turbidity —phlegm —rtheum.
The imbalance of immune mechanisms corresponds to "Yang Wei", while the production of Yin pathogens such
as damp-—turbidity—phlegm—-rheum corresponds to "Yin Xian". In the treatment of heart failure with TCM, herbs

that warm Yang and tonify Qi are used to regulate immune imbalance, targeting the root deficiency of "Yang
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Wei". Herbs that resolve dampness and dispel stasis are used to treat pathogenic factors of damp-turbidity—
phlegm-rheum, so as to alleviate the excess manifestation of "Yin Xian". Based on the role of immune mecha—
nisms in the pathogenesis of heart failure, this paper explores the pathogenesis of heart failure from the theory
of "damp-turbidity —phlegm-rheum". It also reviews how TCM with the actions of warmingYang and resolving
dampness prevents and treats heart failure by regulating immune mechanisms, so as to enrich the theory of dis—

eases induced by damp-turbidity—phlegm-rheum and provide a more solid scientific basis for TCM diagnosis

and treatment of heart failure.

[Keywords] heart failure; immune mechanism; damp-turbidity—phlegm—rheum; traditional Chinese medicine;

Yang Wei Yin Xian; review
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